The haemolytic-uraemic syndrome is a disorder, predominantly of young children, in which patients present with acute oliguric renal failure, haemolytic anaemia and thrombocytopaenia. ' The haemoglobin was 14-2 g/dl (reference range 115-16*0 g/dl), white blood count 20 000x10 /1 with 70% neutrophils (4-11 00Ox109/l), platelet count 66 000x 1012/l (150 000-250 000x10l2/l, prothrombin time 13 s (control 13 s), blood urea 38 mmol/l (228 mg/100 ml) [3.0-6.5 mmol/l; 18-40 mg/ 100 ml], serum creatinine 395 umol/l (4.5 mg/100 ml) [60-120 umol/l; 0-7-1.4 mg/100 ml], total plasma bilirubin 576 Amol/l (34 mg/100 ml) [5] [6] [7] [8] [9] [10] [11] [12] [13] [14] [15] [16] [17] ,umol/l; 0-3-1-0 mg/100 ml], conjugated plasma bilirubin 450 umol/l (26 mg/100 ml) [<3 ,mol/l; <0-2 mg/100 ml], serum aspartate transaminase (AST), 184 U/l (5-40 U/l), serum alkaline phosphatase 616 U/l (89 kAu/100 ml) [35-130 U/l; 3-13 kAu/100 ml]. Electrophoresis showed an excess of the liver isoenzyme of alkaline phosphatase.
Over the next 24 hours her condition deteriorated. Her haemoglobin fell to 10 g/dl, her platelet together with occasional red cell and granular casts. A diagnosis of haemolytic-uraemic syndrome was made on the basis of haemolytic anaemia, thrombocytopaenia, and acute oliguric renal failure.
Apart from an insignificant growth of Escherichia coli in a urine specimen taken on the third day after admission there was no evidence of recent or of ongoing bacterial infection. In particular there was no evidence of infection with campylobacter, shigella, or salmonella. No viruses were seen on electron microscopic examination, and none isolated in tissue culture from, sputum, nose and throat swabs, urine or stools. Antibodies to hepatitis B surface and core antigens and IgM antibody to hepatitis A virus were negative. Nuclear, mitochondrial and smooth muscle antibodies were absent. Plasma C3 and C4 complement, antithrombin III and vitamin E concentrations were normal and there was no evidence of a circulating prostaglandin inhibitor. Ultrasound examination of the liver, biliary tree and pancreas showed no abnormalities.
In the 13 days after admission she received six units of blood, 10 units of platelets, 12 units of fresh frozen plasma and was haemodialysed on three occasions (Fig. 1) . She was fed enterally and given folic acid 5 mg daily, but no other medication. Her condition improved with resolution of the jaundice (Fig. 2) , microangiopathic haemolytic anaemia and acute renal failure; she was discharged home 31 days after admission. She remains well 15 months after the acute illness with no evidence of residual liver or renal disease.
Discussion
Haemolytic-uraemic syndrome occurs mainly in infants and children'9 20 22 24 There is, nevertheless, no firm evidence linking a specific viral infection with this syndrome. There does, however, appear to be an association between infection with certain Gram-negative enteric organisms such as shigella, salmonella, and Escherichia coli and development of this 45 17 18 25 syndrome.4
Infections with pneumococcus, microtatabiote26 and yersinia27 have equally been implicated. In our patient there was no evidence of associated viral or bacterial infection.
In many patients the onset of haemolyticuraemic syndrome is preceded by an episode of diarrhoea, with or without bloody stools together with abdominal pain and possibly vomiting.1 19 20 While all patients with haemolytic-uraemic syndrome develop acute haemolysis, renal failure, and thrombocytopaenia it has become increasingly apparent that the disease may also affect other organs. Gastrointestinal symptoms may be prominent and patients may present with a clinical picture similar to ulcerative colitis, appendicitis or intussusception.9 19 20 Thus the suggestion has been made that the bowel may be involved in a vascular process similar to that in the kidney. 20 Hepatomegaly, mild icterus and mild to moderate rises of serum transaminase values may occur in the acute stage of the illness but have usually been attributed to the presence of haemolysis. Examination of the livers of patients dying with haemolytic-uraemic syndrome have shown no significant abnormalities.28 29 In two studies, however, the suggestion has been made that hepatic damage may occur in this syndrome.20 21 In the first of these the records of 12 consecutive patients with haemolytic-uraemic . 
